A 37-year-old male presented with fever and jaundice was diagnosed as hepatitis A complicated with progressive cholestasis and severe autoimmune hemolytic anemia. He was treated with high-dose prednisolone (1.5 mg/kg), and eventually recovered. His initial serum contained genotype IA hepatitis A virus (HAV), which was subsequently replaced by genotype IIIA HAV. Moreover, at the time of development of hemolytic anemia, he became positive for immunoglobulin M (IgM) anti-hepatitis E virus (HEV). We detected HAV antigens in the liver biopsy specimen, while we detected neither HEV antigen in the liver nor HEV RNA in his serum. This is the first report of hepatitis A coinfected with two different genotypes manifesting with autoimmune hemolytic anemia, prolonged cholestasis, and false-positive IgM anti-HEV. 
INTRODUCTION
Hepatitis A virus (HAV) remains an important causative agent of acute viral hepatitis, causing large outbreak or severe cases of fulminant hepatitis with fatal outcomes. Acute hepatitis A can be complicated by extrahepatic manifestations, including hemolytic anemia, aplastic anemia, acute renal failure, and acute reactive arthritis. 1, 2 Although HAV displays only a single serotype, seven HAV genotypes have been identified: four genotypes (I, II, III and VII) are of human origin, and other three (IV, V, VI) are of simian origin. HAV genotypes have unique geographic distributions; however, co-circulation of multiple genotypes or subgenotypes has been reported in some regions of world. 3 This report presents a peculiar coinfection hepatitis with the HAV genotype IA and IIIA, complicated by severe autoimmune hemolytic anemia and prolonged cholestasis, along with coexistence of IgM anti-hepatitis E virus (HEV).
We performed immunohistochemical staining of HAV antigen and HEV antigen in the liver biopsy specimen, and molecular detection of HAV RNA and HEV RNA in the serial serum samples obtained from the patient. Table 1 . Haptoglobin level was 27.3 mg/dL and direct Coombs' test was positive (anti-IgG type) with polychromasia and anisocytosis on a blood film (Fig. 1A) , which was compatible with autoimmune hemolytic anemia (AIHA). IgM anti-parvovirus B19 was negative.
Oral prednisolone therapy (1 mg/kg) was started on January 22, however, his reticulocyte count remained low (0.13%), and he received 17 units of red blood cell transfusion for 11 days. To exclude the possibility of pure red cell aplasia, bone marrow aspiration and biopsy were performed, and it showed increased erythropoiesis compatible with AIHA without evidence of pure red cell aplasia (Fig. 1B) . The dosage of oral prednisolone therapy was incremented to 1.5 mg/kg/day, and after 8 days of the was noted, whereas staining was absent in specimens used for negative control (Fig. 3) . In this case, there was no staining for HEV antigen (data not shown). Severe cell necrosis associated with HAV infection may induce autoimmune reaction such as hemolytic anemia or autoimmune hepatitis. 13, 14 Nonspecific induction of IgM anti-HEV during massive hepatic necrosis death in the hepatitis phase of this case may be a possibility.
In conclusion, severe autoimmune hemolytic anemia and prolonged cholestasis can be complicated with acute hepatitis co-infected by HAV genotype IA and IIIA, which was successfully treated with high-dose prednisolone therapy.
The coexistence of IgM anti-HEV in the setting of hepatitis A seems to be a false positive reaction rather than a true coinfection.
